Introduction
Polymorphonuclear neutrophils (PMNs) play a key role in the inflammatory response underlying many diseases. PMNs are capable of chemotaxis, phagocytosis, oxygen-free radical production, and degranulation in response to a variety of stimuli. Overstimulation of PMNs can result in host tissue injury. Inhibition of PMN functions may be beneficial to inflammatory diseases such as systemic inflammatory reaction syndrome. During inflammation, leukocytes may adhere firmly in microvascular endothelial cells (ECs) whereupon they project pseudopodia and migrate across endothelial monolayers into traumatized interstitia through diapedesis. The localized adhesion of leukocytes to ECs is mediated at least partly by adhesion molecules on leukocytes and their counterpart molecules on ECs such as intercellular adhesion molecule-1 (ICAM-1) and E-selectin (ELAM-1).
All-trans retinoic acid (RA) has beneficial effects when used in a variety of inflammatory skin conditions. Retinoids significantly inhibit the migration of neutrophils from the blood into tissues in volunteers. This study observed the effects of PAF and RA on the functions of polymorphonuclear neutrophil leukocytes (PMNs) 
Results
The effects of RA on PMN-PMVEC adherence: Stimulation of PMVEC with PAF for 3.5 h increased PMN-PMVEC adhesion rate by 27%. In the presence of RA, the ability of PAF to increase adhesion rate decreased significantly (Fig. 1) . Preincubation of PMNs with PAF also increased PMN-PMVEC adhesion rate significantly (p < 0.01). RA did not block the adhesion of PAF-pretreated PMNs to PMVECs (Fig.. 1 Retinoids inhibited the migration of PMNs from the blood to tissues. RA inhibited superoxide anion production, proteolytic enzyme and arachidonic acid release from PMNs. 17 , 21 Robinson reported that alltrans-retinal stimulated O2 release but not granule exocytosis. 22 Retinoids inhibited tumour necrosis factor and nitric oxide production of murine peritoneal macrophages, 23 and interleukin-l-induced cytokine synthesis in human monocytes and lung fibroblasts. 24, 25 RA treatment inhibited degranulation of extracellular matrix and type IV collagen by 50 to 60%. 26 Most of the mediators reduced by retinoids are pro-inflammatory mediators. In this experiment, RA inhibited PMN adhesion, aggregation and chemotaxis. Thus, retinoids may be a group of effective anti-inflammatory compounds.
